Introduction
The PMD is a rare vascular abnormality of the placenta, with an incidence of 0.02%. Macroscopically, the placenta is macrosomic and thickened, with dilated sub-chorionic vessels and anomalous anastomoses. Placental weight can be over 1000 gr at the end of the pregnancy. This pathology was first reported by Moscoso in 1991 [1] . He described an enlarged placenta with widespead villus hyperplasia of the peduncle and increased levels of α-fetoprotein in blood. Vessels on the fetal plate showed aneurysmal and varicose dilatations, and the stem villi appeared as semitranslucent lobulated structures. At the microscopy level, this pathologic placenta presented excessive proliferation of mesenchymatous tissue with foci of myxoid degeneration with none pathological trophoblastic proliferation. Placenta with PMD morphology can have a normal karyotype or it may be associated with chromosomal abnormality. In 23% of cases, PMD is linked to Beckwith-Wiedemann Syndrome (BWS), suggesting a common genetic alteration [2] . It has been described a spectrum of phenotypic variations in PMD, sometimes limited only to the placenta, many times involving both fetus and placenta. In these last cases, abnormal expression of one or more genes on chromosome 11 has been observed, above all in the region 11p15.5 [3] . The PMD diagnostic suspect is based on detection of ultrasound with diffuse cystic aspect of the placenta, with image
Case Report
Placenta at the 30th week of pregnancy of a first child 30 year old Indian woman was send in the surgical pathology department for macroscopic aberrant vascular alterations and high weight, precisely 1700 grams ( Figure   1 ). It presented a segment of umbilical cord with velamentous insertion. The chorionic plate, size 23 × 22 × 7 cm, was characterized by sub-chorionic vessels markedly swollen and arborescent aspect, anastomosed in a tangle of subverted and unrecognizable structures similar to cysts (Figure 2 and 3 ). . 1 -Feb 2018. [ISSN 2572-5017] 17
Microscopically, the chorionic plate presented thinning of the terminal villi, presence of large caliber stem ones, with fibrotic and edematous stroma, marked dilatation of the vessels with hamartomatous appearance (Figure 4 and 5). There were also areas of hemorrhagic and ischemic infarction associated with thrombotic occlusion of some structures. In addition, acute granulocytic inflammation was found on decidua and funiculus. At birth, the female newborn weighed 2400 grams and had no obvious malformations. She was admitted to neonatal intensive care for presumably respiratory problems related to funisitis. No genetic examination was performed on the placenta and the newborn for economic reasons, since the mother was unable to bear the costs of such diagnostic investigations. 
Discussion
PMD is a rare condition linked to chromosomal aberrations. The 33% of fetus with PMD is affected by Intra Uterine Growth Retard (IUGR), the 38% by fetal malformations and the 13% by fetal stillbirth in extreme cases [4, 5] . In 9% of cases, maternal complications have been reported: preeclampsia (single or in combination, presence of edema, proteinuria, hypertension), eclampsia with gestational hypertension, HELLP Syndrome (hemolysis, elevated liver enzymes, thrombocytopenia). Finally, in 23% of cases the PMD is associated with Beckwith-Wiedemann
